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Editorial
Off to a good start and a promising future in communicating cutting edge
developments in redox biology
As we approach the peak of the season (summer in the Northern
hemisphere, winter in the Southern) we can gladly state that we have
reached the ﬁgure of 50 accepted contributions since the journal's
launch. Since our last editorial we feel signiﬁcant progress has been
made on the journal's proﬁle and public awareness of it, and we are
proud to say that it is rapidly being accepted into the major
bibliographic databases such as Pubmed Central, Scopus and Google
Scholar. We believe that Redox Biology is growing rapidly and steadily
as it begins to realize its potential to serve the scientiﬁc community.
During the past few months the journal has published a series of
highly interesting articles in the diverse domains of the redox ﬁeld.
Starting with method ﬁne-tuning, the group of Garry Buettner
describe the methods to evaluate the removal of extracellular
hydrogen peroxide in cell cultures and improve experimental design
for exposure of cells to hydrogen peroxide [1]. In a similar vein,
Romanowicz et al. described the use and potential utility of a
promising device to tightly control NO release at cell surfaces [2].
The journal has continued to attract signiﬁcant interest in the
signaling arena, gathering an outstanding series of articles, including
articles on the relationship of heme oxygenase-1 and beta-catenin/
hnRNPK in lung repair [3], activation of MAPKs by the cigarette
smoke aldehyde Acrolein [4] and the redox-dependent expression of
Interleukin-1α [5]. These are just paradigmatic examples of the novel
research that Redox Biology has been privileged to handle.
Clearly, a niche in which the Editors feel that progress has to be
made regarding the journal's impact on the whole redox ﬁeld is in
bringing redox chemistry akin to pathophysiological and pathological
contexts. In an effort to ﬁll this gap, Balaraman Kalyanaraman has
done a splendid job of providing the conceptual framework for
transmitting the basis of redox biochemistry to a general reader [6] in
an extensive graphical review. This series of detailed slides will allow
many graduate students and seasoned researchers alike to put into
perspective an important number of articles related to pathophysiol-
ogy and to the pathological settings in which redox mechanisms play
a role. Among these, our journal has hosted several contributions of
diverse origin including the role of cullin 3 in various pathologies
[7,8], the importance of nitrite conversion to NO in the gastrointest-
inal system [8] and the usefulness of peroxidation-resistant fatty
acids for the evaluation of Friedreich's ataxia [14]. The crucial
transcriptional regulator, Nrf2, has also been the object of intense
attention, especially in relation to diabetes. The work of Heiss et al.
[9] shows the importance of this molecule in the regulation of
glucose metabolism. In addition, Kumar and cols [10] review graphi-
cally how Nrf2 and NF-kB are key players in diabetic neuropathy and
how their targeting may subserve a therapeutic role.
Mitochondrial biology continues to be center stage in regard
to redox-regulated cellular functions. This is reﬂected by articles
covering the role of heme oxygenase in mitochondrial function in
macrophages [11], the constant debate on the mitochondrial sites
involved in ROS generation and its dependence on substrates [11]
and the adaptive upregulation of mitochondrial LON protease in
acute oxidative stress [12]. The antioxidant facet of the last series
of accepted articles is represented by the interesting observation
about the capacity of quercetin to prevent left ventricular hyper-
trophy in a model of atherosclerosis (Apo E KO mouse) and by
another article detailing how sex hormones affect circulating
antioxidants [13].
Overall, the readers of Redox Biology, a community we expect
to grow exponentially in the next few years, have ample material
for delectation in many different directions and at this stage the
journal continues to offer a wide selection of high quality articles
in every category. We are off to a good start and we are conﬁdent
the future will be even brighter.
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